Boerhaave syndrome is a rare and life-threatening disease that often presents a diagnostic challenge. It is usually confused with critical but more prevalent diseases such as acute myocardial infarction, perforated peptic ulcer, and acute pancreatitis. Boerhaave syndrome is caused by forceful vomiting resulting in a full-thickness tear of the middle or lower esophagus, typically an area of natural narrowing and at the esophagogastric junction and the left atrium. Because of these anatomic sites, hydropneumothorax, hemopneumothorax and pneumopericardium can occur. We report a case of a 48-year-old chronic alcoholic man presenting with abrupt onset of massive bilateral hydropneumothorax. In this case, it was hard to take a medical history from the patient due to sudden respiratory arrest when he arrived at the emergency room. Despite ongoing chest tube drainage, hydropneumothorax didn't improve. Pleural fluid amylase level was increased. Because of the possibility of esophageal rupture, esophagography was performed. As a result of the esophagography, he was diagnosed as Boerhaave syndrome with penumopericardium. If massive hydropneumothorax of unknown cause presents abruptly, boerhaave syndrome should be suspected as one of its causes. We recommend that pleural fluid amylase levels to be checked and if it is elevated, esophagography should be performed immediately. (Korean J Helicobacter Up Gastrointest Res 2012;12:38-41)
INTRODUCTION
An esophageal perforation is a serious condition with significantly high morbidity and mortality rates despite advances in diagnostics, surgery, and critical care. 1 Iatrogenic and spontaneous perforations are two general etiologies. Other less common causes include perforations secondary to malignancy or trauma. 1 Medical procedures cause over half of all perforations and can be caused by any instrument that enters the esophagus. Out-of-hospital perforations are typically traumatic or spontaneous. Among these, the presence of a spontaneous perforation is called Boerhaave syndrome, because it was first described in 1724 by the Dutch physician Herman Boerhaave at Leiden University. 3 Boerhaave syndrome most commonly results from a sudden increase in intraluminal esophageal pressure combined with negative intrathoracic pressure after excessive vomiting and retching. 4, 5 The most common anatomical location for a tear in patients with Boerhaave syndrome is the left posterolateral wall of the lower third of the esophagus, 2∼3 cm above the stomach. 6 Typically, Meckler's triad of chest pain, vomiting, and subcutaneous emphysema are characteristic features of Boerhaave syndrome. However, occasionally, nonspecific symptoms may contribute to a delay in diagnosis and a poor outcome. 7 A delayed diagnosis is usually caused by a lack of knowledge and ambiguous clinical symptoms. Because of this delay in diagnosis and a lack of suspicion, the mediastinitis and sepsis caused by the combination of gastric acid and digestive enzymes can contribute to fatal conditions. Here, we report the 
CASE REPORT
A 48-year-old man with chronic alcoholism was referred to our emergency room (ER) with a diagnosis of bilateral pleural effusion on a chest X-ray after 2 visits to other hospitals 24 hours and 3 hours ago. During his first visit, he complained of epigastric pain and general weakness. He was alert at the time, and had stable vital signs. Only a mild costophrenic angle blunting was found on his chest X-ray ( except for mild left costophrenic angle blunting (Fig. 1A) .
During the second visit, approximately 3 hours earlier, he had a large bilateral pneumohemothorax with bilateral chest tube insertion (Fig. 1B) . Although the chest tube drainage was ongoing, he had a persistent bilateral pneumothorax on chest X-ray. An enhanced chest CT image showed a bilateral hemopneumothorax and mediastinal air (Fig. 2) . Side effects from the CPR are possible. A chest CT of the lung revealed a peripneumocardium and a large bilateral pneumothorax (Fig. 3) .
Because of the characteristic increase in pleural amylase, we suspected Boerhaave syndrome, so an esophagography via a Levin tube using nonionic and iodinated water-soluble contrast agent (Ultravist: Bayer, Berlin, Germany) was performed, which demonstrated marked extravasations from the left distal esophagus to the pericardium (Fig. 4) . With the abrupt onset of massive pleural effusion and no medical history, he was diagnosed with Boerhaave syndrome and an esophago-pericardial fistula. Emergency primary esophageal repair was performed on a 2.5∼3 cm longitudinal laceration in the lower esophagus towards the right mediastinal pleura. The esophagogastric junction was repaired, but he finally died of sepsis postoperatively.
DISCUSSION
A spontaneous esophageal perforation is challenging territory for clinicians who have specialty in gastrointestinal disturbances. This condition was described for the first time in 1724.
Spontaneous esophageal perforation's incidence is known to be 1 in 6,000 patients. 3 Bang et al. 8 is associated with increased morbidity and mortality rates. 10, 11 However, an early diagnosis is often difficult and requires high suspicion, particularly in patients with an atypical presentation.
The classic clinical trial in Boerhaave syndrome consists of forceful vomiting, chest pain, and subcutaneous emphysema.
Pain is the most common symptom and is usually localized to the perforation site. Emesis was documented in fewer than 80%
of cases in a large series. 7 In this case, we did not know whether he was suffering from emesis, because he was referred to our hospital with a mechanical ventilator and could not explain 
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Based on this case, we recommend that if an abrupt onset of pleural effusion with no history or cause occurs, it is necessary to suspect an esophageal rupture. The pleural amylase level should be checked, and esophagography should be performed.
We report the case of a 48-year-old man with chronic alcoholism, accompanied by an abrupt onset of massive pleural effusion with no medical history who was diagnosed with Boerhaave syndrome and an esophago-pericardial fistula by pleural amylase level and esophagography with a Levin tube.
